Lipged) Byl iysganl
galall Snlly Mall aalaill )15
Giad dnala

@) bl 2

Bkl (e andd

ity U daaiy clislidls (Gied) ol G Al

Bha g3 BMad) A3LISY) dajial) (uape (sl

Jae Vg lal) (el 8 i) dayn (il Gel fale i,

Ll a3 s Slac)

AU by analy) L2

2 1446 - » 2025



Ll 55 e aSA) ) 8



AV 1) 2 b gl AN s gty sdl) g 3lall G 4800l

tdsds JalSl) calas Fheal 3Ll A85a U

A0 (s ¢ tan dxals ga chylitally Aillag 45,88 HSLe ga dngyh¥ls canill e i L IS G -1
A Ugacan ol Liai lgie ein o dagplll o and) iy ey Jla 8 daslad) adlse 20,

(A il o Vany B0 50 e of A 51 55 30 09 Bnalal L)

b @l Baled o Jgeaall Sail 5 2T dae (he Al &5 dag)LY) 038 G Ba dag ¥ A -2

gdslly



Sl sl o/ gl Wil Jaas
: a3 il s AUl daat 5 clilinlly (ght }
) e s cliidly (3l = Sall (p 4830])

Jpalig S



I A w3/ il AU daai s cilialindly gadll kel Gy 83

(Table of Contents) c.ligisall (g

V Jslaall dala

VI Al o gually JISEY) daila

VI Ohlaia¥) 40l

VIl il

1 Goagall) Anadl) 1 g5 Ll

15 CoBi) ) : SEY Gl

16 Balad) A3LSY) Lajdlially Caupas 1 J5Y) (uadl)

16 e 1-1

17 BAa) BLISY) LoDl Caspai—1-2

21 EELI-1-3

22 BAlad) ASLISY) Aaidialt Alialye) 4301 5 AN uadl)

22 fasia2-1

22 dassll (322

24 dasll 2KE-2-3

27 Aol 2tsl-2-4

28 BAla) ZALIKY) Ao dladl (s)af &E-2-5

31 Bilad) A5LISY) Lajdall Auifiy Janddd : Al (uad

31 opyall Janilly &iia el Liadll-3-1

33 SRl ai3-2

35 Ganiifll) Gl A-3-3

36 ZLSY) due ¥) gy gall Slasl-3-4

38 Balad) AZLASY) dajial) Suai saf (il

38 Gae gl Salel-4-1

40 53l Z8LIKY) Lol &kl Eiladali-4-2

44 Ut £ Cualdl) il

44 k51




Sl al 2/ A Gstﬂ\} )&U.-.d\ Joai g cnlinilindly ) ol G P

44

Sl i-5-2

47

Jaall E11-5-3

48

st &,ib-5-4

52

bl sUac)-5-5

53

Bl 2ol AL Sl (e LS b Slisbind) Llei-5-6

57

(ohand) paadt) ) Gl

58

adpa) Ajhg ceadl) Gisa 03 (ual

58

Gl Cana—1-1

58

ifaaly Gaadl Bala-1-2

60

4lgaly Cand) Zalie—1-3

66

ual) gt : 5B (i)

66

il 3l # el iy oayal ‘&j,:—z—l

67

Gl gl Bae @) ailadl-2-2

73

B3la) LY Aadlaall fypill Salsil-2-3

74

hdinall 8 el GG 1) Eladlal-2-4

75

Bilall ALY Aaliall 455,20 Fibul-2-5

78

STEMI (< le ACS allss & 85l (alsall=2-6

79

MACES Cigan b 85541 (alsall-2-7

80

Aallal) b)) ity A5 \Bally LAY Y [uail)

85

Eiluagilly cdhaiaally dadl) ;2B duad

85

LAN-4-1

85

Gladaili-4-2

86

Eluagili-4-3

87

gl

93

Ll

95

Abstract




Sl al 2/ A Gstﬂ\} )&U.-.d\ Joai g cnlinilindly ) ol G P

(List of Tables) Jslsall Lailé

Al
dadall

dgr—al) g5 -

32

Bilat) BLICY) daliall s ye vie Ll Killip Cavias

34

@zl AU il i

36

ST kil § iyl o il Aliaall clitin) (il ECG il

39

NSTE-ACS i ,lill Clual TIMI 55

41

P2Y12 ik

46

L) elsllly ehdall 513 (o saciadll clislind) Jailad

66

sl gl 3all g dandl omse 50

67

Gl Jiesana o penll ladigia 43lie

67

Ginall e sena Cn Lpenl) Ul £56 4 lha

c.
\ooo\lc\ul.hwun—f‘l;:zw

68

Gl i gana G UYLy 5S¢ 565 A3 lha

[y
(=)

69

Gl e gena C gl Cllall laigie 43)lae

[u—
[u—

70

Gl e gane Cp Byl 52l A3las

[y
[\®]

71

Gl e sana c A pdall QllaZl Laigia 45l

[
w

72

Gl e gana (4513 3aleld) 45l

[
SN

72

Gl Jic gana Gy Killip Qs 45)lke

[
9

73

Gl Jie g G XN ALY Laaall (508 JAU:&\ ,3._'91.34

[
=)

74

Gl e gana (p gddil 8 ciladlall 4 )lie

[y
X

75

Gl e sana o Gl paen e dealll 3l Sigaa B3lae

[y
[« -]

76

Gl e gana G (6SH LD Lilegl) Blal) Sl 4jlae

[y
\©

77

Gl e gana (pn sadtioal) 3 CioSall 350 Ladigia 4 )lhe

[\
(=)

78

STEMI JSi Lo el 3 sfigall (alsall colinall 33a3a (a3

[\8}
ik

79

MACES &isan b 85i5al) Jalgall cliaiall S3aia Jula3l

N
[\9)

84

Aaallall iyl oy eiling Wiy ool (s 4 lie

[\
w




\

Sl al 2/ A Gstﬂ\} )&U.-.d\ Joai g cnlinilindly ) o) G P

(List of Figures) Aulull agully JISEY) dailé

a2
dadall

-

d( A:L“ Ls‘; 3 A

18

s3lal) ZALISY) Al pa El el YA i

20

L) Aliaal) glinia) Clhlaia i Caviss

23

sl G 551205 Sang IR

26

Aol (K Laadll GG

27

Gl Sl 3 el GG

37

s3lal) ZELICY ) dodal) A

40

NSTE-ACS b (glall e sV jipemi Cadisil Jhlaall fadall 2edll

47

GAY) psalll cilinils & 4l (HMG-CoA L:u:,:,) Clisbind) Jee 411

49

cligbiodl Cabiss o LDL e 550 &)l

66

GLibull Gaall z3kdl Gy Canll mpe @9—'

73

Gl e gana (520 33aY AILISY) Aol (5,2l el

pud |
_O\QOO\IQ\UI-BMNHE}%

77

Gl e sens & (MACES) (5l il dle ol 430al ¢ilaa) Jies

o
(\°]




Vil SR a3/ iy AU daai g cililindly Badl) 20l G 83l

(List of Abbreviations) ciLaiay) dailé

Al Al 4jusay) dalily laidy)
Galal) e 431,091 431 | American College of Cardiology ACC
Cymea gan DU Us=all 4331 | angiotensin—converting enzyme ACE
QL:DEJ\ Aol 4ldl) dlesall 2LESS) | acute coronary occlusion myocardial
’ ACOMmI
Aall LISY) | infarction
33lall ZALIKY) dadadl | acute coronary syndrome ACS
4.& 4! lal) Laes | American Heart Association AHA
Cpmiignty) cO i &l yala | angiotensin receptor blockers ARBs
Gauanl)l GAlesll ALl )l | atherosclerotic cardiovascular disease | ASCVD
SHSY) LA Blas pala ialya | coronary artery bypass graft CABG
MB- i< ilL < | creatine kinase-MB CK-MB
lall wkw\ A3l | cardiac magnetic resonance CMR
&) (g il | cardiac troponin cTn
lal) )€ ‘L.L;.\ electrocardiography ECG
53 ol =5 A (3 | estimated glomerular filtration rate eGFR
) g'a\f& 3"\;3 ,,s¥) dixeall | European Society of Cardiology ESC
:"\;Sg)&\ ¢)gdllg ¢)aall §yl) | Food and Drug Administration FDA
A8 adiya L=5_'m,il\ Gagdl | high—density lipoprotein HDL
HMG-
CoA-lisle Jie S5 a8 | hydroxymethylglutaryl-CoA
) CoA
Lulall S C—é,,_wls:v‘i\ Gaogyll | high sensitivity C-reactive protein hs-CRP
Lulal) e gall Guigeg all | high—sensitivity cardiac troponin hs-cTn
QLS | faadvh L_5_\@4]\ Gyl | low—density lipoprotein LDL
xSl FLE i;:l.c_jl\ &80 .Y | major adverse cardiovascular events MACEs
Onbal) ae 23al) dliaal) $Liia) | myocardial infarction with non—
MINOCA
daolawdy) e 4Ly | obstructive coronary arteries
Al #)la c¥aall Slas | neutrophil extracellular trap NETs




Vil

SOl ) s/ L

bl 5 AU daai g ciliglinlly 5] ’\EM\;,HiAM\

Aol & Rl gdagll Sganl

National Institute for Health and Care

NICE
Laall | Excellence
&) s B3lal) BBLISY) Aol NSTE-
’ Non-ST-segment elevation ACS
ST dalal) ACS
g L)) g Aulall Alaall tliia) | Non ST-elevation myocardial
’ NSTEMI
ST 4akill | infarction
GBI (yad) babiall Si0.a3) | Optical coherence tomography oCT
alaedll lain kle | platelet-activating factor PAF
Aall e ;Aels‘g\ U414 | percutaneous coronary intervention PCI
Clanidall o Giall sl (le | platelet—derived growth factor PDGF
) , | spontaneous coronary artery
MY LAl Cgaall ALLEY SCAD
) ’ dissection
LBl yoalial) Ly &gy | sterol regulatory element—binding
o SREBP
¢liadly ddanyall Jg 00l | proteins
£ ) ge B3aY ZALISY) Aoluall STE-
i ST-segment elevation ACS
ST dalal) ACS
Zaladll ¢ Uiyl e B2l Aliaal) 2l
i ST-elevation myocardial infarction STEMI
ST
o J3al) sl (Lle | transforming growth factor—3 TGF-§3
Sl 5 el 36s | unstable angina UA
szl 5 Golugll | unfractionated heparin UFH
13 aal<y) afAth L_5_\@4]\ Gag ol | very low—density lipoprotein VLDL




X G ) 3/ b s AU iy iy atl) 230l o 4830

3 .!;n

O Y (ACS) s3lal) Z2LISY) dadlial) )3 o s L clisbiadl SKAN 3l Jasd 143418
ACS 455 J3h dlal) vie (oayal) miling (gyddl LA Llal e clinball gl 23 35k

ZALIY) Ll el Jaaiy laslially el z el (s AL ans ) A o3 Cangs sisgl)

S HLG Al gl Al Sy (JEedd) ye jadall Ghs f (NSTEMI i (STEMI) 53l
-eladauny) 55 A (MACES)

ilasll ienally gaalall BLodgall i 4 Eradll Eakiaall T a3 el sZgilally Sigal
Liaiye 195 S uhdl @ile 52025 ohuims 2024 chois on 8538 DA (bysws (Gdiany caslal)
gl £l 25 (g (e gane ) I3addy 8o J3¥ Eiaas N ACS — aguapaian & Ll
2 desanay (e 78) clistiall Giaall mall degena 1533 d8 ) o eal 28305 53
el wY) (DAS iliilly Ly, 2 (el sl Aijlae i L (Gmipe 117) sl wlly Tl dallal
Shaay STEMI alssy ginl) alin il Jalsadl soaad claiall 33aia G vl Syl aad ol
.MACEs

Qe %41) ligtiwll cpalladll oapall (o Sagale (< STEMI cla dua ccaid) sl
dawsy STEMI — &lay) dillaial Gaalianly clinliadly Gl £3a) Lag)y) .(P=0.019 «%58.1
Al (lld zay . (p=0.028 0.93-0.29 :%95 d&l J—alé <0.52 Alaeal) Laa VI A i) %48
<0.89 alsnall donan¥) &) slidn ) P MACES &haaly Giuall g3all o baliny) &l JaaSll
Jina G Alan] A &3 (39 Ala (S o WS (p=0.792 2.10-0.38 :%95 4zl J—alé
G Lilly ((PCI) alall Sie GLISY) J2IAN OIS (a1 e daall) lldsll) Ilaay) cldgl

MACESs &Y i &5 Jalse STEMI Sallas -1V &5 s Killip

Sl e g o A STEMI — dila) &llanl (e clialbiadly Fiall £ O oz Giwy)
Aaraiilly (PCI) alall jue SLISY) Q21N Bl . 2aY) 8y 0a8 (MACES) (Il LGN dlile ol 253
C_u\ O danla dalse (Killip Caiat cavs) Slalaall 5<)

EasY) STEMI colein V) i Lo £50d) (Glinli ) BAlall BLISY) Ladlual :Aialidal) cilalsl)
sladnay) PIa (MACES) (5, Hliall &ile gl 3




1 AN 2] b 5 AU Jaad y il Susdl) g Slall (g 4834l

Shgal) Al (5N Gl

j\..e;\b'.d‘ :S{gi

degaaa ) (ACS) (acute coronary syndrome) BAlat) ZALISY) Ao Dhadll CJ.LMAA i
UA) (unstable angina) jawall ye jadall GG e #ohym Al 48,lEY) ) cy Wl ¢
5 B GRS Oa Zhh (Al d)ledy - e
ST-elevation myocardial infarction) ST dakall ¢ ) xa d2lall AL caall (L daa) )
g ase ¢ !
Non ST-elevation myocardial ) ST dalall ¢ Uyl (ga Alal) dliaal) liia) o (STEMI)

I (NSTEMI) (infarction

sl Bty T 30 (3 LISY) el I3 jalae (he Sgdae o B3l ELISY) Ao ladl)

JalS ] o iy Lasae dayl Gy oo B3all ALY Aa Pl &5 L W P ) gos
Cigan ) Sgedd) SLISY) E Al IR (6350 B (VA (s B oBUD aay . JUISYT Ly AN
Jia) Aasloall BB &5 Laxie ¢ sy &) G5 299 pae Ol 33lal) ZALISY) dolaal
Bl ol e (AR B Sl olmy) ol a3 i T G i S sl
Fl) (stating) sty &3l ¢ LISY) il I3 Jiies b dhle o3 agad Skl
o e 38.7 lakey gl A< Ul Adle gl A3 Galyel) e 255005 A5 40,0
clantiadb EM\ z= (LDL) (low—density lipoprotein) 43lil)  jzaess gmil\ Oigol) (Sgiana

(major adverse cardiovascular events) (s,<l) Bl—call d3le gl Al Eilaay) BUENN

BHEL Lul) Jisas (MACES)

CoA-dyligle dfne —uSspaan Jhud) a) Sllaitie o Slinls

3563 e st e Glaotid) A o —Co roxymet utaryl-Co
220053 e gandl ST e Gl S5 ((HMG-CoA) (hydroxymethylglutaryl-CoA)



2 AN 2] b 5 AU Jaad y il Susdl) g Slall (g 4834l

Jass Lale 500 e ST M (3ls ) 8 Leaple Sia allal) G s Gl e 5 aall
coibialigag ) o opilialiares ¢ plialily «oibtialisl ¢ ilialigh «ntial )l 158l dliabiul
Ol mmyal) (520 Ao gl) Alal) ) e Bliglind I I bl (Al e g
Ll clinbiadl (Ko copadl (s il g I Capns 17230 U € p i) 0 il

Pt

Sl 53y Ty Fes1 gl sy Sl el a2l Ll 55

IS )3 (ggin e Biasamnll dasl

Ak o Balads oLama¥) aaa o ) Y1 0 Sl (Bedl) £30) Cas
ilme WA o Ty hab Golass obadll e ol 8 duajall dug A sale] aay i) dliae
g i) e A0lal) Alaall slitin) (g (gilay G (mpall b 5)UEY) Lo sole) 253 2L el
AALIY) dadlal jals haai & 1450 Laagl cgal Lals o TP (STEMI) ST dalail
sl s ualladll impall 5% Eum ecnilisliandls 2 Madls Uaine (05 of a0 830
B AT e [TT(UA S NSTEMI) (559 Ll &5lae STEMI — L daje (3
(B3 aay 3la ZILK) Aol pUl Jla & STEMI Gigan (ge G318y 580 clinb ol &S
Gyl 55l ALY Al b el Jodn U8 bl gl ) B (s
Adu)y Gl JgY) Bal

2

Aia ) dlciial) (Ll
CRY cafile gl lal) ) o cilasliadly el & Olal) L)) b L) ey Gy

Jé clisbiadl Gredll #30d & 555y Ndrepepa aag . Jaall 5y 15 Y il il s3a Zil
paleaily gl (PCI) (percutaneous coronary intervention) aall 5 Y g;\ﬁs\

25 17 gl jazll G0a e Osiley (Al (mpall b aaly ale 834 GG Jiee S



3 AN 2] b 5 AU Jaad y il Susdl) g Slall (g 4834l

OF (S lialind) (e Ale Ao Gl #3al) ( LaSad Blae Lad i Auadd sl Jilas
e GMSY) JAIE) s (MACES) (5,<)) 5lall &iilesl) Elal) anY) e € J< a0 Ol
gl had (e i ol clisli ol el #3000 G @Al Ay ciang @l a1 Al
e QSY JAEN e oy b ) B REY) ] (Sl SN Aol A il
LoDl ape (s e 43 Liad SECURE-PCI &Liilgiall &0, 400 do,ndll gl 14T a1
O Juaadll dileja B o) el Ldadn alaY S GHIS) JAIa lsa it () 53l ALY
1530 gt 3 (MACES) (6l 5L Lile sl Llal) Gl Jins e il
Laly 3 Balell VA 5 3B Gla . Jaall e O ¥ Ll gt 2Okl a G cllils
gy 83l A3LISY) dadsall (5052 AL b Lo ol b 3wl el il Jss

clazmay) sl

Nl (Bl

) 33lal) ZELISY) o pdiall (50,2 Ha U Laaiy st adly Gaasdll 2Ol cp Bl Aas da
5ha J3Y aaa

53l ZELISY) Aadbnall b sl slif ililly clinbicdly gaaddl 2 el o Balay) g0 Ja
85 J3y sy Al

Gaadl) s :la)

Ll (g2l HAUERN dawiy clinlicdly gl el G Lol W) Aalys s bl Cingl)
She J3Y Eaan ) 53l 20Ky

&SN Bl Lle ol Zaal) EaaYly bl el =l G Bla Y1 Al $gsill) gl

Ho J3¥ Eiaas A s3a BLISY) Ao Pliall adied) 3 Aal8Y) 2Ll (MACES)



4 AN 2] b 5 AU Jaad y il Susdl) g Slall (g 4834l

Gaanl) i:mé\ lald
Lahaall AU baai e bl wdly Giadl) £l Db Ajea 8 Gl Braal (gohas
A0ulal) Al aal) plitialy Gg p Uiy cpdl (dayal) (5 L Bale L8he JFY Gaaas ) B3laY) A3LISY)
Qjlae ZLISY) A0 (il yed 8T (aulyus oy B 3o sl (STEMI) ST daduill ¢ lin)) o
o e QB e pay OB lg clisle Oshlig (a3lall TLISY) LDl o gAY Bl
O Bl a3 Y S el e Yy (g bl dale AV L) cpn a3 M5
dea oo M (STEMI + NSTEMI) Logac 2alal) dliaall slivial (0 Liad s ccaund STEMI
Al laaly sl i 3 clinlhwlls (3iwidll 2l 5238 Ajre S0 BaaY) (e AT
el nall o gl Chiiity (bl (pand e Eb e S Ly (58 Sl diles)

43galy ual) Zabia :ludlu

< (observational cross-sectional study) 3i_aje—iialabe &) L) 1l fue oo

2025 olning 2024 Gk i m b Gded (B Ofaalall haglly SLgall b 5 s

r yuleall (339 Ay cual

:JULEN) Sulea

i) 53la Z2LIS| Ladlie pandidty il A Culsitall (i) AS (o (ampall L3 il

ol Gla dadng A Sall Einas g BT (A3 Al caa) plutnia il el ol

26l Ty 530 \sainy NSTEMI 5 (STEMI; « Sl 5
L [8 < janll m

Lahall & Joadl o daalgd)



5 AN 2] b 5 AU Jaad y il Susdl) g Slall (g 4834l

taleiuy) ulaa

A uleall aaf png S apall Sed

Jua pe yua (308 5l Sl 208 dlme sliial (3o

coronary artery ) LLSY) GLy-Al Blas aak daba ol sl e GUS) Jals s
-(CABG) (bypass graft

(i g e les T (g B

sl (eGFR) (estimated glomerular filtration rate) 33l Gms}\ C_;_MJ.J\ ik =
Glds o gyl el 5l paal mhass dalase o % 1.73 /328301 da 20 o0
Lg3adl JIadl)

(A al) Tgumdy () Audpall 3 ASLaall 3 Gl St Lyl

:and) f\i:a Ja
a5 5l) sl zuaa \S5 (prospective) G ISy Al 0da (b ) sk
o 5 AL e §pi il SR ogle 2] 8y AL ARG Bl e (558 S

(Sl 3adle Cana Gy B ilaledl

:(ACS) 53lal) d3L<Y) Lajdial) Jasdiis <
Clasasas Ayylll Halaall Aol daalys o Talde) cafiiag B3all BLIKY) Lol coadld
Al Al aall Adl Bgall Sleulglly ((ECG) (electrocardiography) all 4,¢< Jauads

Bl A0 dliaal) glinay B allall Caasl 20 e

UGl (Gaal) £300)

tofiesane ) o) 8 Clisbiadls 2Ol &3 352l e 3Ly aapall il



6 AN 2] b 5 AU Jaad y il Susdl) g Slall (g 4834l

o) Jsadll ds (58 8l 0e) sl ) 1shE Gl sl Biasid) 2OUal) deguna @
) e el DA it

LUl Budll Zoall s degans @

rllal) 2an #
o bl Jmlll Pl o LAEN ALY Bl (oiay (5 o] (el faen gomd
BbaY) Al Al i)Yl ¢ pually ¢uinlly ¢ pandl ulia¥) ) Bagally 4ugd ol (iasal
(sdinnall & Joll 08 Aeaindll L5815 ABLAN Cladlall Aaslyas « S LISY) 01 oA
«(STEMI (NSTEMI (UA) 53Lall 33LISY) il Jaasy «Joill 2ie d3gmll LAl

cshdinndll ) GG ) ElaSlally (Killip Loy

il A3 R il b Joll Sie A0 &5 yaall a3l ey < gpiall pndil)
high—) 48Ul aasye el Aigslly (LDL) 33U fmidie 3 Ao slly cpigs il

Lol Sy IS Jg i oSllg (DN 252 A5 ((HDL) (density lipoprotein

:(Outcomes) ’C_.mx o

:&u@uﬁ\ Calads

A ALY Lo liall Hal g m

el A ) g o2 Qaalll) Blag)) m

e 31 ol aaly agan Wil Za%an :(MACES) (,Sl) HLall dxle o)l Ll Easy) =
) el Jla ol ¢ 53Snall Aulal) Alaal) plinal o cLand) g8 Eisall 1 LY

H7TE ay) Leladl



7 Sl )l 2/ A Gj\_ﬁ]\} )fsuaﬂ\ Loai g bl (gual) z k) u:u:ta)ud\

i pal) Sl :lasley
[18] 4spaj g Mytas duds —1

I Glgie

Effect of Statin Pretreatment on the Outcome of ST-Segment
Elevation Myocardial Infarction in Patients without Prior History of

Coronary Artery Disease

idaa 32013 ale oy sl 3 3keys Dimitrios Mytas lahal &iesis Ll s
o alnbiwl gkl #dkal) J.uu iy s Cargll 5 .Hellenic Journal of Cardiology
sial) eVl saloes STEMI g allang (LS) (8 613 (3o agadd Gl Gl (ocmpall il

(Opadl) Pla)

A 33 lisliadl BLA) agadle o 2l e gena ) lsiiia Limiye 1032 Ll ciles
Ao sanay (Uane 124) st s cualeid) el desane 1ol d BV o et
oo Blle Glegn (el fuan (A (L 908) linliwll T cuallidl) it (il
A Y1 datl) culS )83 S Bl pgd iy idianall G Jodll bl szl
oBU JalS Jlais %50 < lokes ST dadadll JA5 B aalis 43k ibadll 3l U st Joa
Cm el (g pl) gt na 3 (aleady) &8l ASUE Cu i L4280 90 b (il il
MB- ju< (45l <g (hs—CRP) (high sensitivity C—reactive protein) i.l_all e
@) Ao BNy ¢ hdi ) b Aol B8N cilaglly ((CK-MB) (creatine kinase-MB)

- Jahally il



8 AN 2] b 5 AU Jaad y il Susdl) g Slall (g 4834l

2l 50 %63.7 (58 %50 < jlsies ST dadadl) JA5 8 Leads L3 el @l b
il b Bs aalledd) ye el e %49.1 sy clinli b T cpadledd)
383, Cilisiasas hS—CRP ciligicae (amliail culisii b (5 el £501 Gils .(P<0.01)
Gsat b OB ity Jiee lisbilly o) gl desana 53 IS .(P<0.01) CK-MB
Jals gl 8 fee (58 @lllia (Sl oo 3 ¢(P<0.05 %12.3 (lae %5.6) Less 30

lgien 30 53 i) S i

8 613 lgas agaal el () ) 6 iy Bidl) kel Loyl ) A3 cuala
on 381 Aa 3 clend) Glal) (alidily ceallll AN Jas STEMI Ga Ggila ouilly o LK)

[12] 435439 Ndrepepa auly —2

A3 (lgic

Statin pretreatment and presentation patterns in patients with

coronary artery disease

idae (32013 sle el Ll 8 39l)y Gjin Ndrepepa lahal &es Sl a

AU Lalal e clinliadly gl 23 il s s Caxgll GI< .Cardiology Journal
L BISY) (SR 1A e Ggilay ) (iasall (s

GELIY) Lo ) sl Ignad (an LISY) a3 Lla Liasye 12989 A3 ciles

Gl olall Ty 53la ZALK) Aadlie S JEd ja e 3l JaUl) e A5V daall) culSy

Lalintial



9 AN 2] b 5 AU Jaad y il Susdl) g Slall (g 4834l

s d5lae S Llisl s G uallet JalA) Sie o cayl ge %62.7 OIS (5 3
donal L) 5ila Z0LIS) Ao Pliey LU Galedd) ae clisbially Gl 30 Gl a

.(P<0.001 «0.18 dyaa)i Lus) STEMI 4 JaU, (P<0.001 <0.35
«(Gensini sl Tag) LISY! (saremall Ll se gl G a2l 481 ) A coals

Aol il ENLaal pgl gl Tadle Gty ) GLISY) ) B g o

colibiad) sty Yl ayally & ylee STEMI 5 s3lall 23LISY) dedlaally
[19] \g3%aj5 TOSO duslpa —3

L Gl

Association of statin pretreatment with presentation characteristics,
infarct size and outcome in older patients with acute coronary
syndrome: the Elderly ACS-2trial

alas 2022 ole b oyads Wy 3 bileys Anna Toso Leial &llas i ul)s a5

oty il alls (il Al = Slall (o Al i s Caxgdl 5K .Age and Ageing
G s d9n O o e el LYY el (o) @y 2 il ¢ sLiia) anag ¢ pals)
&t sl ((ASCVD) (atherosclerotic cardiovascular disease) Sx—ac é;bj

.Elderly-ACS 2 a5
Gob o sVl aaa Geld & .53 ZELSY) Ao Pl Wlaas Loasye 1192 A3 ciless
e Aealll Bs o 41yl A3 L cul< L(CK-MB) MB- LS (b 5553 (uld

g ole (gt g sl Sl gaen



10 G ) 3/ b s AU iy iy sl 230l G 4830

i s Ais oIS L clisbiadl T gualles ol Sie oyl 50 %44.5 (S @l b
o el Siegana e JS (8 clintiadl s gualladll iyl ool STEMI 1 i<,
Tch Cpalladll (sl 3 CK-MB —1 55,31 Eligiene il AASCVD (51 imyalls ASCVD
Oe Aaalill Clasl 4 Jalias) dla S (P<0.0001 «dofal2 il 25 Jilie 10) sl ull
ASCVD (5 Osilas 0l (aladBU 4ol 2l ple Osant A5 Adiaall Al QL) guen
b A @l (S5 ol L gAY Bl i) e D IS8 @lisbiull T cpalledlly
Oshstin 15 ely e ASCVD (e (ygilar ¥ 0l (—cmpall cile ) gen G LanBl sl

N Bl st

30a) ALISY) Laluall 85l ol Al ae linbialls gal) & 3lal) Jalsy) ) 4l coals
OIS LASCVD (53 5l ASCVD pe 2lss ACS —aje (s3] Qlall AL e (il & palins
S Lsale J<a G (2 ple Dlay i) Jal) Sl gen G Lealll Qg e

bl e (pallail) ASCVD e

201 a5>aj9 Trivi dudpr —4

3 (lgic

Statin pretreatment and presentation patterns in patients with acute

coronary syndromes

idae 32017 slo o i) b 5y Marcelo Trivi ahal daaly Ll ay
el Al ) oy Bl (ol s ) 4 uly3 ciias LJournal of Xiangya Medicine

st ) agllas) & il 53l Z8LISY) Ao Dl odaye 52 Hal Ly colisbill



11 G ) 3/ b s AU iy iy sl 230l G 4830

2l e 2l () i 3al) ALISY) dadiially Llas Lmnye 1322 uhyd cile
oo ool Lo G Lah copelil gty T il agie %46 GIS5 il i)
3 15U Al Elae Slipli ) Tss 1ol 8 Sse ye 53 3085 gl Gl el
Jilie %54) STEMI 15 0l Gall &lilgly ((P<0.0001 %40 Jiae %54) NSTEMI
LY Jlaial (aliad) g v Ualiny) cligliadls 3ol #30 Lasy) . (P<0.0001 %31
<0.66 Laa V) dawd) Nal) lal) dliaal) slinial of (P=0.03 0.7 dsay¥) dus)) STEMI

.(P<0.01
Gl Gipany Ty s3lall ZALISY) LD 3 clinliadl Gradll 25 & ) Ahil coala
Ay ol (il Al EO) GsSs a8 LARl) AL el pLiia b o 3 Fosall ye )

Y (aremall i el 5 ) gl
[17] \¢35aj5 Zhang dulp -5

L Gl

Associations of pre-hospital statin treatment with in-hospital
outcomes and severity of coronary artery disease in patients with

first acute coronary syndrome-findings from the CCC-ACS project

idae 32022 sle el graall i Pl Lisha Zhang sl st 2l g
Lol Las Liasye 41183 4,3l wle & .Frontiers in Cardiovascular Medicine
el e sy mpal) G BLISY) diesY) oy sl e adg Y1 Shall s3a)) d3LiSY)

il T Tallis agia %12.7 GIS5 cilisbinlls uusl



12 G ) 3/ b s AU iy iy sl 230l G 4830

e el il Clal) en o Bealll il Jala 3l () A3 el @
&l aas ((P=0.010 <%0.8 Llae %1.2) clisbi ol s Gualledll j )l
Aile sl A0 Glaa¥ly Sl Gl &3l o Loyl s (€ o) s sieie Jail
9 Ail) JalS b L) pen o dealll il 3 il 3 (MACESs) (5,<ll 5Laall
b 5l Uatipe oIS sl ol 2300 of plaadld il (e e il Gle ganal
Cile gana (b Alilas F Cilingly (%819 Aty 2030 (salawdy) LLISY) Ly 3L ALY
e Osilay A (mpally A 75 (W 50 G padleet £sli pdl) (iayally (Y Sia die b

LS sl g i)
Bl Aol 2501 ShanYL Uadpe o o lasliadls el #3000 G ) Al coals
Uaiye OIS 430y« odiaall 8 AaBY) el il s o= daallll 35l 5 (MACES) (5,1
J3¥ ACS (e Osila i) (oimpall (ol ZELISY) 2oy ol agangall 835 50k Hhad ¢ il

w®

Aaallell a3l duadia :Lials
ALISY) dapdinall 335 81 sl (38 bl Gawdll £3all G ) clu 3l daae sl
(oAl 2ali o - (Sa Alal) Al sliial o ST Gae e jraa A Sal) s3la)
siianal (& Ly 2l ) e sl rdl) ¢ kal) Dl 8 CLb A g il dlllia
Blall e gl Ldall EaaVly Sl paend il B lagl e 53 ALISY) e Dlall
el Leiw clgisas i e Tlas) Dali w3 sy cupglil cum ((MACES) (5,1)

sl JI5A0 138 ~laaty Clabil (e ahe ) dalas G 13gls ¢ 5B agag aae (gal Sl



13 G ) 3/ b s AU iy iy sl 230l G 4830

Gaadd) Eilipa slauls

ol 2D e Sl G5
Shgadl) Al 350 Gl
Slisaal) Gy Al gymgal (I LY Ge Eilag (il Adl) : SEY Gl
P gemd el (ga Bl 138 G580 (JalSI) ALY () (sl 0sSl dralud)

(e LgilisSos Allall Cpet e g :Alad) AISY) ajdlialls Caupad (I3 Joal) @
sLiia afill allall i el Ty A0al) AL el Loy Sl je ja Zall 3la
Bl el il ) il Sl il Bl rans (il impas ARl ALl
B3lal) BLISY) Ll Clily g daal deadl) 238

Bl ) el i paianss 53l A6 AapDlaall Aalpay) 439 (SN Qeadl)
£ty ol ol il Sy i cand sl 550 e AP i 5
Al anll plininly A oSl clagl) (i s3ladl 2L Ledlall (AN GBI il
MY B0 (gstall ZLls (MINOCA) diolasll e SLISY) )y B o 20l8)
.(SCAD)

Lopliall el o dilansg :5lal) A0Sy Lajdial) pndly Jad a8 (LI Jadl) =
SRl sl s 2al Gadll mpms (@Bl pandll Clisase aaly B3l A3LICY)
Ayl clbal S e delia Al HEART a9 Marburg Heart Score i
gty (lal) Ciaigng flly ) AyeS Tarlads e Bmnd B S Juadl) £y
@)l BLIY) dae 4y

Oe OS 8 Aue ) Bole) adl) £y :BAAY) ABLICY) Aajdial) ki R Juail) @

Clall Ainan/alall JualyeY 4505000 43KY @il gl Laiy NSTE-ACS 5 STEMI



14 G ) 3/ b s AU iy iy sl 230l G 4830

Jie 53l ZALISYT daDliall Zlall iladlall il Japet e 12025 alal L54Y1
s e Lty agndll cileailiy ladeally cilaslall lilias

Uiy sl (e e sanal) 0g) Ty cadll A3 tliglioud) (Gualdd) iadl) =
psailly ¢HDL 5 (LDL (3o IS o clanlind) <yl i) £58 -lobae 20Ty Lgsbiduiad
A5 emal) Al il AN ESleally (A3 padl) a1 Aillay dirlagy DA
A36le sl A0 anY) (e L5y 2RV AN 3 clinliad) aladiad Jaadl) oyt
Al Hgan s toalaally 5K Frallal) bl Tagitioss L3l
30 Dla cadl  Takally A whall flaall Y1 say cfrbeall Amuddll $ AN Gl
iy dan)) e Biall 13 (3S05 (il 13 8 il ) Jgeasll Al

i) Cang cianly Candl BUA gy tadha) Ak ) G (R Jaill @
Bl cabainly JLadY) pulaag cuad) die g ) aranat) Ginidl BHlag gas
Craxadiun) ) 5Ly ytinall Ailgall 7 39als dafiall Ailan) dud)ill Sy Janl)
(sl b

Alasy!) gl Laje (gyng tdial) i o S0 Jual) =

B G gl danlie (sonag Aiallall clal) g Aijlially AsBlial) EIEY il w
Agliall Badlad) )l 5w g laey L) dagil

bl Gl jikally sl 3l Lada (geaag 1dilbua gilly Slaliiuy) Elll Jadll =

s gaegall 138 Joa s ¢l



15 Sl al 2/ A G_‘utﬂ\} J;umn Joai g cnlinilindly ) o) G P

223N

Gl ) 1 5B i)

J g dsad (ga AN L il

Bilal) AALISY) dayDlialls Cauyes 1541 Juaadl

3Ll AALICY ) dopluall LialyeY) LV 1 S uait)
BAlall LIS A Dluil) Ay a1 EJEY Juadl) w
53Lal) ZELISY) Ao Dnall Sus Rafl) eaadl)  m

U 1 Gualdl) (adl) =




16 G ) 3/ b s AU iy iy sl 230l G 4830

Bilad) A3LACY) dajdiall Chas 1 35Y) Juall

L
-

rdadia—1-1

Al (gginn e sl alans b i duayally S5l ARy Garand) Gl 3 Y
Oe S 5 panll em e 13s 1okl (ACS) silall Z3LIKY1 daDhually Ll ay) Jiaa day, 1
Lisale I nalSl YD D3 pa oLl () Ughsan AL e p23 e cJlajlly el

PP a5 jladll dalse s peally paind) e Talaed

Ge plL Qlal) Ao e} B 3la Galia) Ge s3all ZLISY) Ao Dlall cVls Alaak g

£ ) o Aalall Abimall slitinl s 8 B3l Sylaris pa cAALIS) e sl ISB 5f Ghas
Cosiall LAYy Bl ciaind Teses S 6 AY1 L) s 23 (STEMI) ST aalal
(& hISy) #i sl); (SCAD) (spontaneous coronary artery dissection) LISY) ol &l

A1 LIy aleaily o5 jeaall el dadagl) &g

Easy L Ll . (fissure) d.e_uu 5l (rupture) (35aiy ¢psa 3l Al Sl s L ale

Eilyla i) o2 Lo ¥ 8 LIS sinely oI/ ISl 553l &al) EY) 3 (erosion) (KB
ot laall oia @35 o (o B0 jag B3a LLIS) Laplia Jagad 8 5 Lalyel dssll
ALY Zadinall Al Ll CaBSS 8 lasglll 3 3y pamge olicd ) Zy 2
Slausl ey ghial 32 Liape ¥l e LIS 8 8Ll gl dum ccpaniall oy 33l
S Tege s 8 ol (B (3505 a1 (00 L3S 3 Dl B Goolal Ly« Gilea)

P a3 cpaiall oy DR b Aged o8 e 33l AILISY) Aalial) uia]



17 G ) 3/ b s AU iy iy sl 230l G 4830

-

:BAlad) A3Ldy) dajdiial) iy pi—1-2

e EabD () AU Alal) YA (e deana ) 83ad) ALISY) AaDall Al iad ot

S (STEMI) ST aakill g i) ge 20lall dlmall climinl J) (UA) Sl pe jaiall s
LoPiall ity Jmd i daiay T (NSTEMI) ST dalil gl Opn Alal) Alimall cLitial
(ECG) lall £3)¢€ Lalais Clasmgag iy 2l jallaall el & daalie e s3all £3LKY)

I 2308 dliaal) Ha0 Bganl) cilanlslly
t ) 3l ABLISY) da el Cavieat Load (<

(ST-segment elevation ACS) ST kil L) e s3Lall A5LISY) Ao D) =
(STE-ACS)
Non-ST-segment elevation ) ST i.Lall gL Qs LAl AELIKY) Al =
ST daall g iyl ¢y &ulal) Aliaal) slitial (30 S dais U ((NSTE-ACS) (ACS
s Jils e gl dgas DS e Legi Sudl) By dua Gl e e Gl Glsy

L el dle A e

acute coronary ) 3all JLSY) GLy Bl sla el & Al el pliial flla ks 2038 08
Oe Osilar ol Gl 5V (e iy silly (ACOMI) (occlusion myocardial infarction
Jawsl ) S gal clfan of ST dakadll ¢ lay) 8 ) ) 336 daslads 8 ol yiss

R 1) B NS



18 G ) 3/ b iy AU 5 lliadly ntl) Slall (i 48311

((UA) Jidll pe jadal) 3la diues -1-1-2
s 3¢ Ju S of Aall) Ul Q) Alae 8 5l8) AL Smadl e jadall (3la aded
B)8) gabel asag o ams Gy Jad i sag lil) dliae 83 jayad Qe Ob 4
Gl G5 28 gl il A%gS Jaslads 8 A5)L8) b G0 B3la AILIS) LaPlie d9a0 A5

L (A gy ) Egaal) cilandlgll B g Ul Os3s Bnle
(high-sensitivity cardiac troponin) &l all e 2 sl cillis Jla) S
a8 50k ) e e A Ghaly Gl e jaill AR Lasl (e gmisil ((hs—cTn)

L2 g ) i b U dabii ool il GLESL et ) andll

I Acute coronary syndromes I

I Unstable angina I I Acute myocardial infarction (AMI) I

NSTEACS STEACS®

(ST-segment elevation acute
(Non-ST-segment elevafion acute coronary syndromes) coronary syndromes)

Unstabi i NSTEMI STEMI
nstable angina (Non-ST-segment elevation myocardial infarction) (ST-segment elevation myocardial infarction)
ACOMI

(AMI due to significant epicardial coronary occlusion)

AMI due fo acute coronary occlusion
= Plaque rupture/erosion with thrombus
= SCAD
« Corenary embolism
+ Vasospasm of microvascular dysfunction

AMI due to oxygen supply/demand
mismatch without
acute coronary occlusion

Non-slevated froponin Increasing troponin

(27 53lall 43LSY) Ao Dlual) ae Al jiall ¥ lall Capieas 2(1) JSa

1A0ulal) dlaal) pldda) Ciypi —2-1-2
Gl dlime 8 A5 gag o Ll Alcanl pliia) oyt ding il pallall Caupedll ey
Loty ((hs—CTn (5K of o) A0l il Cila sl aal (g un ¢ L)) DA (e Lo ES

B eV ) 380 5a 99 &gial) &l (e el S e 52l



19 G ) 3/ b s AU iy iy sl 230l G 4830

Ol /5 83y LSl o Jad) il Al elitia) aniiind Wls Algaial) &30 Sulaal
B L G ) e aalgs ¢ oY) amal) 320 e el 8oy s € Coigng ) (giana 8
Sl Q) dlae 8] Jalel =
(il LpeS Lo b Bans &5)l8) Eian
) &jeS daslads ( daye Q Clage jela ®
Aa (& Eal S U8 ol el dbiae Bdigaal aids o o Gpgeat S S5ng @
WY Ll ae B85 s
Bl s 5l BLISY) Lo Y1 pugesi B LLISY) LA il i Gilies)
OSE 5 3l A oy (ALY A umpe Aan e (gpiall i) Al e 2Lital sa s daadl
O paliadl ) (535 Lae ALISY) B e 3T ol 2aly (8 (38 JBS ge Bnaac daggl
GLSY LB aye (6K B Ll AL ae A 25 ey ol Sl s Gl Al L3
3508l Alimel) plitialy Cajens ZALISY) A5gadll Lie Y1 pga b Lile ol (solaws) 5 Glanudl
myocardial infarction with non—obstructive ) Ziaa ¥ e ALY Ol &) &

.1 (MINOCA) (coronary arteries

Al B o Yoy Bu e dasl 3 JSE S e (50 oSy Y dam daany 13 daadl
w@@ﬁf@é@ﬁw‘m\w\kf:wﬁm&glsbg-‘,,u\@g)bsg;;
sliial (e o (qllal 50b3) e oall ClaladUl gl (Goapall Gak) o3 dai i aliald

B LY Le ) 8 Las i Sl Gasy Y J3Y) Bl e L) Aliaal)

Ul Ol g8 LeS) &ulal) Al mal) pLitinY S oIS jalk e e 3 520 -y Jaddl

B g sl Hlas) ehal Gso 815 «(ECG (3 oadsall) ST daladl



20 G ) 3/ b iy AU 5 lliadly ntl) Slall (i 48311

iaa€ baley pliall Hoaa 3 (PCI) alall G LISY) Jaladl dlla 5 Eaaay 0 daadl

By ey

SHSY Ly B Blae daba ghal cig b sy 2305 () Bl 6 LS Gualdd) Jaadl

.(CABG)

G By el g ol S (3355 il allall Gl e Giliguant 2

J5Y) Jalll Alas Aiyspes Bygem Giand 28 125 gulacaV) peg golana¥) QR dliae plinal Sid
S e GhSY) AL (ggiall LA e (Gprnme 2 GHIS) el oy L) Almal) cliial (o
Eaas lgasas Jaii il B pgaall Zile gl Aaig) egme sl ¢ ISY) i 5f ¢ LISY) alewady)
sl JBN Ll (o 48 iadl) AW oda (5355 . LIY) Oy B (g5 e Eiiage
(nmaSYL Qi Al e daa) b (gie mliadl ) (@) alladl i el 8 A0 AL sl
Glaaly sl &b e o KAl udilly cclebaatially cgpyil) Halall Sua G Y Lo Ll
(2 JSall) salaea) Bl Alian) pliia) JIC&T o Sty Gl .8 gind) Eaaaad) il

[25]

Acute myocardial injury with signs and/or symptoms of ischaemia

MI with acute MI due te oxygen supply/demand

coronary occlusion mismatch without
acute coronary occlusion

! ! ! ! [ ]

Plaque rupturs/srosion Spontanecus corcnary Coronary Vasospasm or With fixed Without fixed
with thrombus artery dissection ambolism microvascular dysfunction obstructive CAD obstuctive CAD

261 43a)5 de Lemos ya (uiite . Aulal) dlinal) slitin) collylacal Fih Casiat 1(2) IS



21 G ) 3/ b s AU iy iy sl 230l G 4830

pe (e éJLJ\ el Al aal) plina) Cila) a8 il (allad) u;:,),gj\ e 23la) cliveas b
) e 5 aymsl By Groh IS8 Sla LIS Sl O3 o) o llly (el 3l

91 (2 Jal) ol Lisy)
:BAlad) A3ldy) dajdliall dillilig-1-3

Saba) oo csilal) BLISY) LDl £ ey pasi i b o o3 Jhal (e el e
oo il o3 Chat (s gk Lo pning callad) elail men 8 814l il Culd) dile gl L3
(revascularization) iuegll sale) c¥ise & Jasale Zalle Golo @l . gLEY) M8 6130

271 RS ZALISY) Al L A sl saad) e cilGaglly

Say callal (gime o add (udle e e FST e B SELISY) A s

Lapdad) G o b VY (50 %30 oo Yise ST Aadadl ¢ L)l ae Llal) Alianl) Lsial
Jadlin P8 N 25 e Ags e (NSTE-ACS) ST dakuill ¢l (50 53lal) L3LKY)
G Gl aapg P (a3 daisyh A 8 ST dedadll g Ul ae 23l ALl oloiia) Ao
Y3 Jalisl @l (Lo ¢ oapal) plalae Jalaif 3 2aY1 dbigh GlalaiV) ) a1 e
Cisig sl lagndl ulid) alaan WYL Bojs daspg Al B0 Kpaly Bal gyl (3 il
Y (Bl ey ST dakaall g i) (g0 4alal) Alimall sliial (s il (hs—CTN) Zialual) 4l
L Y datiye darall Labiddlly STEMI paje (530 adiiedl) Jals gl Ve I

DT Akl ancal oyl



22 G ) 3/ b s AU iy iy sl 230l G 4830

pilal) Aildey) Lajdiialt Lalyay) A9 : 3 (heail

L
-

rdadia—2-1

Dhind aminy Bl gy 53a LISY ) Aaiiall Gl G2l gp Sasgll (B O
SN (i aall gl Jo il o€l GG (middl) (o A3l jhadll Jelse Jay
OV eSS cclanglll KB Al 8 Lo (aLAD 3 ua pcmge (5 o] 0 B (8 ¢(LDL)

B S 8y Bl
o |
:(plaque rupture) asgll) G308  -2-2

A i 08 (o (Ol s e S Shad) DA B amall gl sl fy00 o

O AL ) Eilasgll 38 Eia 3D AICYT AaPlial)l Vls e maall alss e L

Al 8ymlazl) il by P SN B Y (38 G ol Blasll caipe3) Lol

(& ((OCT) (optical coherence tomography) (il (gyadl kel g il e

foes S0 B Y Ly P sSall ZLISY) 2Dl Vs maen e %60 Jsa classll e

O K sl B e AN Sy LalaN) B G (Bl GLIS) Laplia a8l cilasgl
243 ) cilaslll Gha ) (535 oo ¢ il olaall a8y adaiadl &1l G310 §5e b

EBlmal) WAL Gy Gl Eiamy ZUISY) ol Al A5l Ake V) G5 e

S Sl o O S (63 o (Sars L) $583 Lae cclallll i Balijg oLl

Al Gl (310 B2 il 35 1) cilasyiy) sda il g a1 £ )la Baghadl

Sl bbbl il Gigan ae AN g sl U gl LAY Cagal 3ads 3l sa s



23 SRl 3/ b el g AU daai s ity 3aaeall o Slall Gy A83al)

gy Seasall Jg il s€O ) 5al) Jg iaalsSl dans jans ) (535 Laa 85Y) A)/350Y)
B8 USR] Cagan a5y clangll bl aney ot L say s ety sy &1

P24 gy e

Lipid-rich core

i 4 Leukocyte Pro-inflammatory
5‘;;’&.‘,?&',‘3}, oxLDL  recruitment macrophage  Foam cell

. ° Aggp(atlc \ / L o

= - \ MMPs ~ dies  Cholesterol el ,-'.’?'—?.\ s
\. / = . Cathepsin S R Ciystals, oy \gs))
ROS Resident macrophage % R \
Lipid homing PY . ) \\’ // \

15ge s Col:agen degradation NisEs
Q Ky, 3ot A Thicel o S inflammasome
- e

MMPs i
Th2 cell Proteoglycans IFN-y / Decreased collagen synthesis Pro-IL-1B L1

Pro-IL-18 -1

T, cell PDGF \‘
\‘ IL-10 PDGF / \\, KLF4 upregulation Microcalcifications IL-18

TGF IL-6
GFg L6 \ IL-1a \‘ N
. IL-6 -6
T
VSMC migration

241 3l et A0y 580 GEY 1(3) IS

Oyl b o(LDL) 86l (miit Jaall i) e By lisse oS g\;f,is\ O Tay
el ) 5l samsll LDAN Cing gl L) (525 Lee il s3a 5w . LSY)
Bink L Dilenll 038 13¢5 . J3all) LDL (aliaial (335l (e &gy LIS Elalldl oda K
055 b pgehy o) S5 558 Hlse Bse 3l DAY (3l Admlal) el Gl g (30eh Gl
CBliaall LA 5l alse a3 AN iy ) e Tl e (g fundsSl sl
Al el ) 3a Chaash Vel s U (5350 Gae ¢ il 3550 e sl
P e ) 635 G dagsll

o Ly 33l ZELIEY 1 o Plaally L) elsleiy) e ¢ askll Sleall flea] ik 3

Ds2 Load &8 Aolial) Caali . jlaall G el L) (ol 2003 Zielidd) cilila oY) Dla

Glegane b Lasale ) o ACS e ilal um cclaslll Jinal e Bliad) b g



24 G ) 3/ b s AU iy iy sl 230l G 4830

Daae 38 a1 sac Lol 23560 DAY Jiea £ L)) @l b Ly «CD4" 4300 WA (e dic b
WAl oyl 2 dales Llem(g 8 B 53 can a9 CD28™! DA (lile—(yg 5 5 Lagh
S Balafl) 430 DAY Jaiis g 3 1708l im0 U 17 sac o) 38
P Al e ld) gl e Lalial) e Einglgriall L Jajed e dlesig
oo sl B b B B el S Akl 830 Shd o (S el LY ALy,
o Baia 1) e A Loy 1S GlaYSaSH (Blly @35l aarl) Slead) bdis 3k
slaanll a3 B ol (g 205 o (e Bnalll) 33D G ) GLLbA Saiy . JEa) Alls uiass
G e 3S 55 Lages 33al AALISY) LaDalls Aol oaY) 3 ag—udh Lan ccilaslll b

L g iy clasll i e TS a5 53800 Alasyal) Julgelly Limslsad
:(plaque erosion) 4;)313\ Jst-2-3

ccalall AL giel) 3 Tegos 36T maaal cilaglll KB EF U Bsad) ELuh 50

o ol A e 53l FLISY) A cls S ) S L Bigin OV g
Cladlal) pasi ol & fugiy Goadn (o P ST dadadll g i) ¢y Gl Alimal) cluitia) s
cctangll a3 gpnall (i ) (LDL) G8ESY jmisin aa) cyiigull g fandsS (mid] il
b et OS5 eBhall B e O ol e ¢l o) (3 0Vl (sginn 3300 Lne

B3 sl KB Il g )

s e oS Sia Lot (55anan Gpeiay ol (ala a1 (ool clalll (S danay Lo Llle

olls gl Y ASE GV o WS o3 dai g (LDL) 486 aidin Saall (gl



25 G ) 3/ b s AU iy iy sl 230l G 4830

g s % \ Lom Wi Y LRI S S AP K o 3 .
o wadll e Qg hll o3 5 ol (e e (o el 5B dgw i @Ol adlsa e

A 2l DAY Cib b Ty 255k elie L) gin Ay (TLR-2 el

oo el anlly Apdll il Zall 5 audy (BBld) WA &0l cilasll 0SB i

8545 (NETs) (neutrophil extracellular trap) aolall z)la ciVaall Sl as (685 ) (535
R 2)la i aall lima e sl B4 (4 U< all) JST a8 Bpadll cilasi Lalls die
Biall iy ully Aol i SV plyl aa Gyl (menl Lelidl LAY 3lb ((NETS)
85 «(myeloperoxidase) la s yushall @lly 8 Lo (WA Jals d55aal) Gilgalyl/ Al
il $asy claslll (KB e a5l FLICY) Aa Dl e LoDl b H5ieae il 2
[24] gisall ) e liall LAY Ga ajall aind o Gl ally ENaall Al Al L)
Caaiadll (K ISR daslll e 552 005 3 (NETS) &8l £)la cVaall Blae &L
WA dalagy 48 e Sl )il e Jla of (NETS) 43lall z5la oV aedl slaal 3530
238 (e L3 ) & s FPHINETS 058 e L5 88 lisli ) G g 8 L2030

1351 35y,

el A N1 8 CasrdSall (Sl Egadl Eilani all (3asils eilanll (KT Lavie

BLaYL 55l ZLISY) Al BlaY) $iad 8 Ally «ciall e abal) (65 ) (535 Ve
le3se Alllaial o gy e Al LDUAT) elig yollagh mas (o Eip<e da 26 8 cally )
s el Al 5 Thss sl LAY ) 3adl LA (0 Jadl Canls LS gLty

AISTA ol 8 ol a0 (gally o3 B Gl ml e ileh A 3laliall b 2ga Sl

[24]



26 G w3/ el AU daai s il Sl el G A8

A B EC death
Hl%l"l osdl!awry Neutrophil Hypochlorous acid
activation MPO -
== i 5 MMPs
Cathepsin-G

EndoMT

Type-IV collagenase activation

| —————
/ oxLDL
EC N?utrlophllcell and \ / / A /
activation platelet activation N ROS  Hyaluronan ' TGFB
ECH NETs and pl'a(elet rich \
denudation thrombus formation \ EC apoptosis
c Thrombus scaffold Artery

- Bifurcation side
tos

Platelet
e
CNTE
I s \ Fibrin
e formation
] ~ lla

I _~la

Plaque

1 Hyaluronic acid

1 Proteoglycans

1 Glycosaminoglycans
| Lipid core

Thrombus

1 Platelets

L Fibrin

- Subocclusive

—— Histones

241 50 JEW ALl G 1(4) J<a)

seal G dlle i b shlie b oy (A) LACS 1iess 3 L il ll (6T o
Sas JRE A5 (Bl Cilagilally iV anll dlpd)y Asllad) LAY Lasdis ) (5352 Loa ¢ il
il =y Al LAY T ) TLR2 < liese Jasiin (5353 of (K (B) s &l
Aol WA Case ) (535 o cRbgiaall Jlad ) cilasyiy) Gl he Al cansy)
Aol LAY 8 ilelis i fias A L) Citnd o (e - oasal) Jalal) e el Balasg
a3 JShgl) Ja3a Laxie (C) Loyl Jlas () JUsy e 23 gy ) Ll ) 635
e Selud Al ((NETs) £lall m)la oY aall Sliae 88 o (S0 o3 clip€al dsllad)
B (nsS5 J (535 e e Aatll Agall) Gilagial) Gl oalgll b . fad) Bilee Lot
C,éia Gl @l L').\.}\)‘ﬂ\ § Bale al;_wﬂ\ USE Gaay (D) .fﬂ\ 88 (s of (S
e e AE) g_ﬂ&}m @sind Ll QRSN il Ha5e 3 58N (Sl (i cdjlaat
ol Alia 283 (550 35a9 e (OIS el Sulally (IS 51 5ally csliig yslligl) mns (e B

ciat S il Le Wley il By (A5edl) cilasilally B &aslll Gl ¢o<sg  Aagrna

[24] C;a\m\



27 G w3/ el AU daai s il Sl el G A8

:(plaque healing) @‘gﬂ\ alili-2-4
Sl (e 83l LLISY) LDl Gulead (o e Aol (N A UK (ge Sy Sanpe Jld
635 Y ADA Sl (e Snel) G ) 5 e ALY plige b Rl Cilidal) sl
Loliall 250,200 cond i pall Gilaa) oda (e Soad cclld aag 24T (5 USaN) 53ls 23LIS) Aol
oI g B s g 3 (gl S Ll (galiall Laall g la 3l o (54

BTl S G (e 8 i) O

Thin-cap fibroatheroma Plaque rupture
Iterative episodes )
—,' Second hit

First hit
Lipid plaque

—Laye 7
w‘ Plaque erosion

Healed plaque

E

P4 aasly sl 4 Aagiaal G (5) J<al

ol plilly (Ladas /5 siall (Dlad) A1 Jalye ED6 daysll 28 oy of $<8

Comsiae Dl T B famsal) 55all s fa ey 08P 0003 due ) By (S5 kel
) Lkl B aad) DAY Aladl LAY dAns () Sy cpmpia Dl o Bty oan o
Jale 83l ol i Gy« slimal) o3 S (o (8RN DYy C (ppentflS Cuila
salll aley (PDGF) (platelet-derived growth factor) cilas el (e i dll ol
A3l aell LAY Byaa U\Ju_, ceilll (TGF-B) (transforming growth factor—3) tiu—Jsaxll

Ayaia) 8Y) (358 ddghaal (ye s dide (AT ¢ B, LAS5A) £ dishadll Z )y sluldl



28 G ) 3/ b s AU iy iy sl 230l G 4830

Bole] 4«3 g5T o Vsl o 2R Eon BN £ ) e oS Tasi o (s P
Bl Sund of Al ol (s 13g) (e A Al e AL ) Al (s
DA G oSy el Son Tl Bausn Lpla ol8 Aighenes Ll odl) (LEY) o2 (5% 8 .yl
el 338 8 PR Ganl s s ) 3k 8 Al 2830 alely il i)
(PCSKO illafiag «ilualn lly ¢0ysndll (milall £slaal) AT Gl b Lay (ASg0lE 440540

A gl Al e Biladlly cilasidall 53l S

rpalad) 3Ly dajdiall (gl EWT-2-5

(33a LISY) Lo Dliall Vs (o (padaal) ALY Shnd KB o dansll Bl G o 8

plaaly (G hiSY) il ((SCAD) LISY) (-l Gl ALy sl ciaii) (s
3B (gl G Bila F0LS) Rl i ud 8 LIS (A pgaal) Lgedl i) Aiiday es s (GLISY)
VL ) g5 15 Y (alls ey BT Gl 8 ) W5 ae Bl claitl) aal da
Bagana clgKE f daslll Gl Sglams ally caBlall AELISY) dapDlul el 1l A3l A2Al

L2410

sddainl) dluil -1-2-5
Ol DA Gy ¢l glaall (a5 ) Al laiall 5o (635 8 ¢ Jlall aseiall iy
LY Blla L) LoDy ((salas) Eind G5 L Bale) HEA o ud of e diillad) DAY
O Dl o8y ¢ aS Ba ) A jee St A udSiall claial) O3S daall SEW) Oy LB
2 (i hal) 2SN Gyl (pe Gsilay ) el (o2 3 IS iant 8 A dSid) lagal)

Glagall H5 Bl e Siady A alyey) ) b ag WSy il il il a) fgud



29 G ) 3/ b s AU iy iy sl 230l G 4830

fabia s i) V) G20 Al ) sl ol o i S S

P 550 (K (DA (g5ab Liliate 4Sa A3

:(MINOCA) &i2)aci¥) & AAISY) Gulpl) aa A2l Aliaal) $Lda) —2-2-5
Ol il Gl 8 53l A3LISY) el ) el & MINOCA Al ot 5
sale MINOCA &iaay () IS Oy ) e %50>) uliagagl) daal) iy JLISY)
Sl ST ) B ) campall e glecain IS8 S5y Ll jlaall alse e 8
G daaly dia ae (QLEN ol YAl 50 %20-10 e Lo sa5 3K ACS e
535 Gl e Eang of (Sa MINOCA & g o I3 (,sSAL & lae Cilecal Gt
2 5F (A S ) pleat) ) (535 e o(BdSin Sl o (8B (55e) lasl
Ol piall ALAN G 3 Ly s e ol o Lt aladll Tl & 5o ¢ lal)

Pl e V1 Al fouss caAlaatlly ¢ LISY) Ly Hidsg ((SCAD) LSy

w

o)) e 5550 (alsaly (i plasodly Clisaliabals UlgasLally (Sl e Sgal (K

Eigan Jhad of iy w3 Jaa i g Uly 23BN sleaY) die dalse ) ALaYl ¢ L aal
O Y MINOCA éspon b duc€all 5f gl il 2a¥) 590 5 e 2l Sl .MINOCA
dalal) (e el i pgodl 5K 8 (mpall () S Sl Gans G V) eJan aiage
DA Vg csal BN HaaY) Ll e gl .G20210A Gusas gl jiatas ol Gl

0T gk Sl Gy %14 Ses

4’\:1,)) ) - a N K jf.* ;} ‘A < oA gf_\.\ 1u; A
MINOCA) Zsla el it ZALISY) cpuly 50 e 200l AL cnall ¢l tia) Slaud 3

Loe ¢ 550306 Al Alime Plicly il dlime gl Jia Aloall G413 2@ Eilaan &l



30 G ) 3/ b s AU iy iy sl 230l G 4830

ralalinall il (fie dadiall yugualll i ol ida gl ZELISY) dues¥) ppea ) Aalal 550

124 (CMR) (cardiac magnetic resonance) .l

(SCAD) syl ol Gegiall flodl) ~3-2-5
S GHSY) AN s 3 Ealik (55 sas ((SCAD) LLISYI oyl giall LN thay
Gaany J LB B zalay ol B0 55 ZRLSY) APl (inye o alad (i 8
Glmie 50 %35 ) %7 Glo i AInE hall Julee Gle 8 il 3 SCAD

Bilall LLISY) Lo Pliall legas FSY) Gl 58 o sl 5 43 50 pany 53lad) 23LISY) Lol

J2T B0 e L) LSY) A e i L Wlles sVl Aasad) 554 3

Pl e (SCAD) Y ol 2l Gopind) Ll Ty o815 eI S 231 48 Uy Lo

(s ¢ ol a1 Gagad a5 0S5 ) (635 Lo aunsl) Bl 5as of llad) dadal) 3o
24 55 B DDl 3 A Ly calll il Alme laa) dblely el daall Lux
(B B0 e e g1 Ba3as (SCAD) LSy by 2 gsiall il o8 S
o Lo 57 (Jia) Aigael) i iallly oLl el cilla iy (ol uimel) 2l JUa i)
sl lly eAleal) Hhaladl) A3 fia) 25leall AN S o igasell Z3lally 3V
36 s FhalaY) S I8 aged A AR Jalsally (A303) L) Lgaal bl
N AZald) Lo ol (GUY) S L&) sund Leble Lagiaas SCAD iape Ciuai (0 3

24T G310 FALISY) Eadlaall Jagas S (5sS



31 G ) 3/ b s AU iy iy sl 230l G 4830

Biad) AZLASY) Aol auly Jaddd : I (luadt)

:pid) Janilly 4yl Ladl)-3-1

3000 Galed) -1-3-1
38 33 ALISY) LaPliall fadsalll ajall Jalll Gla il 8 helaa ol el s
2Ly Glie 4By cagn Ui Ao G5 8.3 Y ol LegalS ol el 3 sl ) A1 5y
SSY) Gapall jaall Al Sy € ISt dlla Galiel e sladlly Sl Al e Bhats
) a1 il liall LD Ease ST Ll ()5S 8 (llld pay P Ll ey s
o G5 Loy Lle 65 aajlact il ol capall s<0 28 81 LB8Y 50 g (il ) 5o
(5 S el o e Vo afll b a0 DU B 36T (AN A Ggibadl)

M ) b o o e Liad 5al 5

padal) ol GRUEN Jadsll) -2-3-1

ALY Loplaad) Jalsd Y Uy legas 3Ll Z3LIY) Al Gahel ST jacal Alf &)
GAY) LAl SL) e I sl 13 e Ggilad Gl iyl e %od—2 cal V) B3N
—20) plall Cigyme il 5 pa izl jlas ally (%10) JEadll jadal Gis ol Y
GAY) slall Badgl) of LdlenaY) Slad) ods H (%15-10) ginpall Gaead) Gulilly (%50
280 55l Bl il gyl ey « se) felag (il Bl \hlele Cuny

(American College of Cardiology) calall (ualyey 435y 43N Eilal ) 2% Al

2021 ale ie (AHA) (American Heart Association) 4i<iY) culall dieasy (ACC)



32 G ) 3/ b s AU iy iy sl 230l G 4830

(Guid) paal aih e Candl 1 Yl S o Ghaa A e el G Canaly s
) LS st (@3 e Yoy I Al 8 e sl 0 Cal Aai) 6l 5
&l 5l «(possibly cardiac) &8 ol Ls, sf «(cardiac) g all & e ja Gl o Canaay

.(noncardiac) ;. e

:&&ﬂ\ uaadll -3-3-1
BLIY) LDl il gle J< 0 He g Conad (2l pandl) &l & 0 23 e
Laagl) ok g c@sdl) Hhlaal puiil BaaY) Al Sal g IS8 el a8 3l
Ly il g5 S AR Alaa) oLt Sl USR] st cdbiigh Giles
g Al BUS e gl (gl Ladgll i) GlaY) Eildley ol Taa i Jmlidily ((3ial) (el
LaDall sy Killip Casias 22 L Alle &y a halie o cilydge (30l CablbY) i)
) Q) o Jads 355 p3e (e Toy e Bl Gl syl Ay (ubad o 83laY) 2ELISY)

J1 Jpaall) gty 53z Loy o(daal) 25) 23R darzall ) (1sY)

M 53 A3Liey) Lapdiiall iy die Jladll Killip i (1) Jgaad)

Chuagil) | Killip 45

QU gl &y pes Eildle agaal Gad () el s |

C?e‘ﬁj L;gazw‘i?s_.aj Gl Cigaa Cudg 3 A )“\J*&‘ syl ot I

e

asya 35l ) dadg (e Gsilan () myal) e Il

s Jaaa) o) Laxa gan ol 24l dera o Ogilas (ol iyl | IV

o ddyy ol (I ) A (amlinsl e lag o) ae 90 > ol
(Aad) Al 3 ol




33 G ) 3/ b s AU iy iy sl 230l G 4830

Als aas caila ) roalie oSulingas e il gL s KISl GladaY) (3al s
S el Salal) S G5AN Alla & 5wl Gl 5yslad) dalaiall b Aal s b

ol laal) i dlls 8 sl ciladle f o all) sl S gl Jla b 3o, A8

[45]

oblaal) audi -3-2

FLISY) ol slai Y 248 21l ny 35 Ly ol il HAEY Bacial Bl ag Y
Joa Aaat ) ARl bl (ELY e (Bl ay MO A Al el b Qut 53lal)
8 Laie e adaial) il 4l (5 of Al il (Marburg Heart Score) (il ¢ s
) Oalingg plats v ol (e Osila p (mpall 38 B ) a3 Selia 47T (2 Jsaall)
Buzyal) dailly Hladll Jalgey Guinlly yaal) a laie B 208505 L Calan) pud & dale i
E REY L anall Hra ol 8 G B e JLISY) Ly B (e G5 O dllaia) paal
8y 2 Chhal 33 8 al Bael e ol pe Apaalls . laeY) (& Glall g€ Laslass
Gy sl oy degis A aluay Hay QlRll g yele ia o Cub S cGuaglal) sl

L siay @A) mll Alae ¢ adall A Cuus JLISY) L&)
S il Yl o w8 gl AR Hhlal) &y Al cabhal 385 sl e Liaal) 33
Thrombolysis in = a9 HEART Ja &e5LAH 381 (e« oidiianall (3 Galsibal) oiasal
) oyl yaail Ak k(w55 Bl 8 HEART (s .Myocardial Infarction
Al Uil Gigan jhad e 2l 53l BLISYT Ll Gl agadll o 2ie ) Gsabing
Al e 33l ALISY) Aol agiloal Jasd s 2 dl) ampall Ll M9 gk
Thrombolysis in Myocardial Infarction s 3} ((NSTE-ACS) ST dxLil g Wb

48T glagl of aaal) 25y caay) Sha (TIMI



34 S a3/ o8 g AU Jai g il il el A3
471 gaial) z,.:‘yu Sl it 1(2) Jgaal
Lol HEART Score Jala) Marburg Heart )
(crital) (ucayal) Score
(aband) o sal)
- Gilay) and b 3 a2l - et phaall o c Al bk
LY Glepl) ampe
2 e 2w ACS il dnd) 1 262 e A1 B0l U S
ol il T e Geao AV Seday ¥ EAL
yadall N
ACS i ihigiedayyindy 1 &6 a1 Janad) Jasi
0 LEEY ol dbib Ay An b Gl e
ACS _i
2 ST dakaill b ju€ Jalissl - - ECG
Lo e bt file)
0 @b
2 Be65< 1 < Jbl ¢4 65 < sl anll
L 64 ) 45 1w 55
0 .45 >
2 sha alee 3 < 1 Cagyra SHleg (e bl Galse
Ol sl asly ha Jale /
0 dgyra yhd alse 2ag Y
2 bl 2all CGaleal 3 < Elogi e
bl ol Glenl 3 )1 - - Origeg Al
0 el aall >
Sl Sad
340 oatiie jhd 1 A0 patiie jhd
MACES ¢i5al %1.7 ki)
(el 6 e
6.4 Ligia jhd 302 Ligie ld
MACES &150a1 %17 ki)
(el 6 Opme
ST %50 sha) aiipe sha 5 N4 Fiye shd
10 6 Oyt A MACES Cigoal

(e




35 G ) 3/ b s AU iy iy sl 230l G 4830

et adl) Gl -3-3

Q) A1¢€ habeds —1-3-3

Gl aa ol o Isilad o Ualind Al (ayall (ECG) Gl 23054S Lanlas $a) G
Jal 515V add (g Bl pan Y e 2l s3all A3LISY) Al ola s Ja 8 [
b Ul 8y Laidass gla) Sie (ECG eha) e Yoy Gilaud o ol N Tgh sl
Ll s gl il c3n ) cpmnall il ECG ity dlie Cany inlal) cilalual
Glal) (a2 501 23S Bign ) foobiall mgs el ) A ud (ygualyy (udl (i all
Gseal (A opadiy QA 801)€ Talads eals 2025 alad (AHA) £ 50Y1 il daeny (ACC)
thals sllal) LISY) Ll ) i pabels idnwdll N panall Jyaaj oo 8 10
3 dun palsn 30 G sl G Lasie (e 12 (o ol bl Al £35S Ladass

ST Bk 3l BALY) LoDl age (e %5 (52l il Aaye€ Jadads Al gl

T dagall Gl 8la B LaPlias fim ) Clal i€ Tty b Llay) 4 de s
ECG & dain .71 (3 Jsaall) ST dakaill & lisyly (ST dalaill alidily (Q Cilase S9agg
(B Aage ol ¢ ] uard) jleas Seag HUBY) Y eds ) 33056 bR Gdan 8 )

471 (ventricular pacing) jidad) JUaty)

el é‘-)-.u.-uﬂ\ -2-3-3
lins (el il JZadill Ggsanll audlsl) (CT) (cardiac troponiny Gl Gpigsg sl 3ad
S Dk L (hs—cTn) diwleall Jlo ) (pigis i) chlid) Joadi g cdldins 8 353 oo
oo S (T ol 1) ) Gigug il Aladiad ity oldl) Aliae 233V (yidlal) i g3g d¥ialon

Alcaad) gliial o Calal) 2y Jasdaas Al agng Alla 3 5 laslasad of Rl Al 35



36 G ) 3/ b s AU iy iy sl 230l G 4830

plsl) il Sk Ly Lo gl sale) e 5l s Y ((STEMI) ST daladl g i)l e 408l
0SB d dad) 99 Lisiall Ldll oY) anall 30 e s 53 €T 55 5 4 (gl
Dplas L@l ¢Tn cllas) e hs—cTn Ehlaal i Ll Al cae £33 e 1) G5 ( BIEN
S vl ol Al e B3l Bl B8 Iy Y ASLaY L L SV Ela) 5l lgads Leuloal
) (535 e il €T clidls &5)lie hS—CTN pa Sl Clal) dlime 253 oy il

.[49] E‘)—uj ;!s :.. :)Léé}” ”.j] ... ‘n }i " ... Sell

T (STEMI) ST dakil) ¢ i)l as diddl) dliaal) oliia) (adial ECG julaa :(3) Jgand

L 40 < s Jlal) 4w 40 > e ) s luadl)

1< a1 < a1 < GAY) clalaay)

A & OB e Gplatia palatl b Tasage (6 o damag J ALadl) wie ST gLyl (ula)
V) 25 ilalat¥) Aniy ¢ Mab) 23R Al clima) 3 (V4R 5 V3R) el clalay)

;SLICY) e g¥) Jugaaiy 3gall JLudi-3-4
&) BLISY) DoY) g & BB Bpladll (ld (33l AALISY) LDl ek Haas
Qo D) Aliaal) eliialy ST dadadll ¢ 10)) ae 40l dbmall gliial (o (eilay (Al (o all
(NSTE-ACS) ST dabill ¢ lin)) 5 sAlaY) BLISY) Aol sl Jicy (ST dakadl) £ i)
Glaasadll o ajall faas hlaall Chiatl (<4147 (6 J<all) 5yshall ddle S ae



37 SRl 3/ b el g AU daai s ity 3aaeall o Slall Gy A83al)

Loty . Ul ZLISY) Lo ) g 2] Adlal) Shaliadl edid . opisng il Gl ¢ i) f
erbaiall BLY) Lo ) s (i) A5l e chlaal 2ha) da gl jhlad) ex

ST ) claa Gl el i) e Yy o(agall Hlas) ol Cagadd)

Patient reports acute chest pain
n outpatient office visit

!

Obtain histery and perform electro-
cardiography; high suspicion for acute
coronary syndrome?

|
v '

Yes (Marburg Mo (Marburg
Heart Score = 3) Heart Score < 2
Refer patient Complete cutpatient eval-
to emergency uation and rule out other
department etiologies for chest pain;
consider stress testing for
i ntermediate-risk patients

5T-segment elevation
myocardial infarction?

lves lwo

Perform invasive Measure high-sensitivity
coronary angiog- cardiac troponin levels
raphy and manage  at presentation and after
according to ACC/ three hours

AHA guidelines®2* ‘

Elevated Unelevated
Diagnose non-5T-segment ele- Determine risk of major
vation acute coronary syndrome; adverse cardiovascu-
perform invasive coronary angi- lar event or inpatient
ography and manage according HEART Score

to ACC/AHA guidelines®*

|
' ' !

Low risk Intermediate risk High risk
(HEART Score 0 to 3) (HEART Score 4 to 6) (HEART Score 7 to 10)
No additional testing Noninvasive testing: Invasive coronary

recommended; evaluate  coronary angiography via  angiography with pos-
in outpatient setting computed tomography, sible catheterization

stress testing

(471 530 28LISY) Lo lial) Anis :(6) J<al



38 G ) 3/ b s AU iy iy sl 230l G 4830

Balad) AGLASY) dajdlial) Sudi s2af}l) (uadl

:dae gl Bale) —4-1

:(STEMI) ST Adakal) g i) ga L3M8l) Abaal) 2Liis) —1-4-1
& AV PCI 2a) Gaay (PCI) sl Sae (LISY) Jalal) A pess A cbiadnadl)
G el 24-12 DA Wil Jeinal) g cpaleV) Hseks e Aol 12 e 8 G5t
o Laad Jsinal) (a dsS Blaal) 3¢5 B ol Chlal sl Sans Sl e Geila ) oamsall
Bale] Cp Bl Y1 33an b AL Sees BT aleV1 jseh e Bl 24 e ST Se Bl 2y
SV &0y 2 itlly (3282 90 (a B8 Slead) ) e Jalss J51 n 8501 4500 e 5
s ¢ Sualinsagll JhE] axe ol A derZal Al BT Lkl gad) e i
2025 alad (AHA/ACC) 43051 Cal) dinan/lal) (ialpel 23S0 5aY) A3KN digen sl {oalual
i ((CABG) LLiSY) ly-all 5lae dalia ol PCl ok oo dila ) duc il sale) ohals

L eV ol Mie il il e Ll

590 S il dusat rad PCI Ak Sgae a2 e Gonaly (ull (el 4l

13 clls e Yy T B2 120 (5o JAIE elaY gl Eagll IS 13 PCl — S3as
Oupdll Plasl 23l pllae] Canid (il SLLY) 1ia P PCI thal oKl e oK
GalyeY A1 B Gl i) a3 e A K A1 13 (fibrinolysis)
e sl LYY dae ) g elal 2025 slad (AHAJACC) 40 5aY) Qlall dnan/lal
Phails el 300 due 5 sale] Jd8 b ola V1 Alls 8 sMEY) Al S JLISY) JAIA

sy ol Plails Flad @2 ST dadadll g i) ae Llall Al imall gLl 3T il



39 G ) 3/ b s AU iy iy sl 230l G 4830

LS AN ehaY A5 dlia ()58 Lavie Aol 24-2 ey HKa) BLISY) Lo ) g el

L(PCI) Al 5

:NSTE-ACS c¥ls b sl cliad)iuy) ddg —2-4-1
Gadadl) £ Uy dlal) e 53ad ZELISY) LoDl (5 SY) JALEN () G A Oy Y
Al Gl Siaal ga Ay, A0 jhaladl dadall o) L il gase (NSTE-ACS) ST
)il e s3all LY LDl b jhall Qleal TIMIE 5 ja (4) dsanll flag (7 JSal)

ST ST dadaa & Uyl

81 NSTE-ACS (& jhill Glual TIMI Ja :(4) Jgaad)

Jala shall Jale
1 i 65 < sl

1 (%50 < LLISY QL& & il Bham) Sigyma LS iyl (e

1 (LAY Al (B 0S Gandl) GLISYI il el Eadis JL; Jalse 3 <
(o a3 agas Dbl ¢ SN AN £ ) (HSAN HII ¢ fpadl
(Aele 24 Pla oy <) dnd 3L

bl 7 AT (gt 8 Gapa) Aladi
(¢ U)l/mlessl) ae 0.5 < ST dakadll 335
Bl dgnd) Cilasdsl) A3l

S S U —y

ZELISY) Ao Pliall umpe sl Al Bale] Chagy H)58 AANS Lngliad pLEL ShLEY) ag
Db pae JEd duw ) 1ia dadiye shlie ga ST dakill ¢ i)l dslid) s3lal)
O LS (slall gadgall alill ciliblaal gf ¢ oGl & el AaBl axe sl ¢ Saaliasagl
Slisis Lo JaS b dsag v Liad Lraliem el 24 Dla- 580 L0E) Laglp )

Gy (32 TIMI 58) LS Jlaal giadedl) e el Ll W (4 < TIMIE 350 )



40 G ) 3/ b s AU iy iy sl 230l G 4830

Al o Al (8 BLISY) Lo Y1 asacd (gadd AN i)Y pgesnds foal

[49]

|| Established or high concern for non-5T-segment elevation acute coronary syndrome
Low or intermediate clinical risk High clinical risk Very high cinical risk
+ No high-risk features « No very high-risk features + Haemodynamic instability
« TIMIRisk Score <3 « TIMI Risk Score >4 + Ventricular arrthythmia
« GRACE Score <140 + GRACE Score 140 « Acute heart failure due to
+ Dynamic ECG changes acute coronary syndrome

» Medically refractory angina or
anginal equivalent

A 4 A 4 A 4
Delayed or selective invasive Early invasive strategy Immediate invasive strategy
strategy (>24 h) (<24h) (<2h)
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(Abstract) &y dadiy (adtay

Background: Early statin treatment has beneficial effects on the prognosis after
acute coronary syndrome (ACS). The impact of statin pretreatment on the
presentation patterns and outcomes of patients with first ACS remains debated.

Aim: This study aims to evaluate the relationship between statin pretreatment
and ACS presentation (STEMI, NSTEMI, or unstable angina) and in-hospital
major adverse cardiovascular events (MACES).

Materials and methods: This observational cross-sectional study was
conducted at Al-Mouassat University Hospital and National University Hospital,
Damascus, Syria during the period between June 2024 and June 2025. The study
enrolled 195 consecutive patients who were admitted with the diagnosis of first
time ACS were enrolled. They were categorized into two groups, based on their
prior statin treatment for at least 3 months before admission: the statin
pretreatment group (n=78) and the statin-naive group (n=117). Clinical
characteristics and in-hospital outcomes were compared. Multivariable logistic
regression assessed independent predictors of STEMI presentation and in-
hospital MACEs.

Results: There was a significantly lower frequency of STEMI in statin patients
(41% vs. 58.1%, P=0.019). Statin pretreatment was associated with a 48% lower
odds of STEMI (adjusted odds ratio 0.52, 95% CI: 0.29-0.93, p=0.028).
However, no association was found between statin pretreatment and in-hospital
MACEs (adjusted odds ratio 0.89, 95% CI: 0.38-2.10, p=0.792). No significant
differences were detected in in-hospital all-cause mortality. Percutaneous
coronary intervention (PCI), Killip class HlI-1V, and STEMI presentation
independently predicted MACEs.

Conclusion: Statin pretreatment reduced STEMI likelihood but did not affect
short-term MACEs. PCI and early risk stratification (Killip class) were critical
for improving outcomes.

Keywords: Acute coronary syndrome, statin, pre-hospital treatment, STEMI, in-
hospital major adverse cardiovascular events
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